Treatment.-Penicillin 7 mega units followed by bismuth and N.A.B.; this treatment repeated at the end of three months. Re-educational walking exercises.
Progress.-During the first few weeks in hospital sensory loss extended to involve the whole body with the exception of a small band round the neck and abdomen; loss of postural sense developed in both hands. Subsequently there was some regression in the extent of sensory loss, and improvement in walking, so that by autumn 1949 he was able to return to light work. 26.8.49 Feeling in hands has largely returned, but has no feeling in legs or buttocks; cannot feel the chair properly when he sits down or the ground under his feet when walking. Genitalia not affected and has no loss of sexual power. Bladder sensation and control normal. Has gained one stone in weight.
Examination.-Area of sensory loss has diminished, but is still marked, especially for pain on (1) centre of the face, (2) ulnar border of arms and on chest, (3) lower limbs below groins. Still marked loss of postural sense lower limbs, but gait less ataxic.
Dr. Douglas McAlpine: The main feature of this case was the acute onset of ataxia and sensory loss in a syphilitic patient, followed within the next fortnight by a generalized anesthesia which only spared the neck region, the back of the head and a narrow strip around the abdomen. With the exception of a sharp pain in the right arm at the onset, the patient has not felt pain of any description either before, during the acute phase of the illness or subsequently. Power has remained essentially normal. Thus the clinical picture is similar to that described in 1948 by Denny-Brown under the title "Sensory Neuropathy". This condition occurred in two cases of carcinoma of the lung. In each case there was a spreading and generalized sensory loss on the limbs and trunk with numbness and sensory ataxia; in one of them there was sensory loss on the face. He stressed the fact that neither patient experienced pain, nor was there loss of power. At post-mortem examination the primary lesion in both cases consisted of a severe degeneration of the posterior root ganglia; there was a secondary degeneration of the posterior roots and posterior columns. In addition there was a severe degeneration of the peripheral portion of the sensory neurone. Denny-Brown considered the condition as a unique example ofdeafferentation in man. By analogy with his cases it seems reasonable to suppose that in this rare example of acute tabes dorsalis there was an acute syphilitic degeneration of the posterior root ganglia as well as of the gasserian ganglion. If this assumption be correct, this case of tabes dorsalis is atypical not only clinically, but also pathologically, since with few exceptions neuropathologists have not considered any changes that may occur in the posterior root ganglia in tabes dorsalis as significant.
A full description of this case, along with other examples of sensory neuropathy of non-malignant origin, will be given in a forthcoming number of the Archives of the Middlesex Hospital. October 30, 1949, he complained of severe abdominal pain, distension, constipation and vomiting, with transient diplopia. At laparotomy nothing abnormal was found. Severe pains in the limbs began and he became depressed and delirious at night. Towards the end of November, progressive weakness of all four limbs commenced, he became incontinent of urine and feces, and he lost much weight. Family history negative.
The patient was seen for the first time on December 20, 1949. Cranial nerves and fundi normal. Weakness profound in arms, less severe in legs, with considerable wasting. Diaphragm paralysed, respiration jerky, cough feeble. Abdominal muscles weak, other trunk muscles normal. Pectoral and biceps jerks just present, other arm reflexes absent. Knee and ankle jerks brisk, plantar reflexes both extensor. Moderate impairment of superficial sensation over lower trunk and thighs. All muscles tender. The weakness, pain in abdomen and limbs, persisted until early March 1950, but the incontinence and mental changes improved and porphyrins disappeared from the urine. Power then began to return rapidly in the limbs and diaphragm, in spite of the fact that excretion of porphyrins recommenced. By mid-April, could walk and feed himself. The signs of pyramidal tract disturbance persisted. POSTSCRIPT (December 1950) .-Discharged from hospital 25.5.50. Except for severe bilateral wrist drop, power everywhere almost normal. Improvement subsequently continued and extensors of the wrist showed considerable recovery. On 1.11.50 severe abdominal pain recurred and has persisted.
Readmitted to hospital 10.11.50. Pain has since commenced in all four limbs, butXas yet no paralysis has appeared. He is constipated and has retention of urine. Apart from mild confusion for three days, he has had no mental symptoms. Signs of pyramidal tract damage have become more obvious as his muscular power has improved. Since admission his urine has gradually deepened in colour and now contains larger quantities of porphyrins than ever before.-L. G. K.
